A typical finding in dominant infantile optic atrophy (DIOA) is the variation of the phenotypic expression of the DIOA gene even within one family. It The standard conditions for the VECP were as follows: Checkerboard pattern stimuli were generated on a black-and-white TV monitor. The field size of the screen subtended 14-50 by 18-50 and the checks were 38 min of arc. The mean luminance was 30 cd/m2 and the modulation depth was 0 97. The checks were temporally alternated at a modulation rate of four reversals/s (2 Hz). The active electrode was attached 2-3 cm above the inion. The right ear was earthed and the reference electrode fixed to the left ear. All VECP recordings were monocular. In some cases the mean luminance was reduced to 10 cd/M2 and the modulation depth to 0-2 (reduced contrast test 
A tritan defect forms the decisive diagnostic clue to most cases of dominant infantile optic atrophy (DIOA).'-4 Francois' and Verriest6 found that the colour arrangement tests are particularly suitable for discovering such acquired tritan defects. In particular the desaturated Panel D15 has proved to be successful in the early detection of tritan defects in dominant optic atrophy. 7 These findings are inconsistent with Koellner's rule that lesions of the receptor and bipolar retinal layers cause loss of blue-yellow sensitivity and that lesions of the ganglion cells and pregeniculate pathways affect red-green.8 Histological findings, however, identified the retinal ganglion cells as the site of primary damage in DIOA.9 '°Further, it is striking that the phenotypic expression of the DIOA gene varies even within a family,"-'3 ranging from severely affected patients who have both red-green and blue-yellow defects7 ' 3) . Kline and Glaser,25 which may also explain the different findings.
It is believed that in DIOA contrast processing is particularly affected.26 Since we observed normal P100 latency in all four family members using high modulation depth (0-97), we reduced the modulation depth to 0-2 and the mean luminance to 10 cd/M2. We expected that this stimulus would be close to the threshold of the slightly altered ganglion cells of the patients subclinically involved. However, the delay seen in two patients (A2, A5) was between 2 and 3 standard deviations of a normal mean value (Fig 1) . 
